polyneuropathy (CIP) which is acute, diffuse mainly motor neuropathy is the commonest of these disorders, another is critical illness myopathy which is linked with asthma and with the use of corticosteroids, NMBA and less convincingly, aminoglycosides and beta-adrenergic agonists.
In spite of existing knowledge of the condition, it is rarely diagnosed. Availability of facilities for bedside electrophysiological studies & histopathology of muscle are important to diagnose this entity 2 .
We discuss the presentation, diagnosis and outcome of a patient with Septic Polyneuropathy with an aim to highlight the importance of regular neurological examination in the early diagnosis of this condition, as it might have a bearing on the management and prognosis of critically ill patients. 
DISCUSSION:
Neuropathies in sepsis, an important cause of failure to wean from assisted ventilation are often missed due to lack of suspicion and initiative to undertake regular bedside neurological and electrophysiological examinations in critically ill patients. A high index of suspicion is required to make an early diagnosis (2) . Sepsis neuromuscular blocking agents (NMBA), disuse atrophy, asthma, corticosteroids and the multiorgan dysfunctions syndrome (MODS) have all been implicated. In CIP there is flaccid paralysis of all the four limbs and absent deep tendon jerk (3) .
The frequency of CIP is approximately 70% in patient with sepsis. Prospective studies have explored the causality and clinical outcome of CIP. Clinical outcome of patients and CIP includes difficulty weaning from mechanical ventilation, increased length of stay, prolonged recovery and an over all mortality rate of 26-71%.
Hyperglycemia, sepsis and decreased serum albumin concentration are associated with decrease in peripheral nerve function. Cytokines secreted in sepsis increases microvascular permeability leading to endoneural oedema which causes hypoxia leading to axonal degeneration.
In 1984, Botton et al reported five cases who were critically ill and had difficulty in weaning from mechanical ventilation. These patients had sensory motor weakness and electrophysiological studies revealed primary axonal neuropathy.
Neurological evaluation of such patient is often difficult because of ventilatory support and other equipment attached to the patient. The present case had difficulty in weaning from mechanical ventilation and developed hypercarbia when put on a T-piece trial inspite of fulfilling all other criteria for weaning.
From India two case report of CIP found. One in a patient with asthma and the other in a patient with renal failure. Primary axonal degeneration has been reported in 70% of critical ill patients and sepsis & multiorgan failure of which 30% had weakness of clinical examination.
Electrophysiological studies were consistent with predominantly motor axonal polyneuropathy and were very helpful in confidently making the diagnosis of CIP. In one study of survivors of at least 28 days of ICU treatment, nearly all patients displayed electrophysiological evidence of chronic partial denervation 05 (five) years after ICU discharge.
Another prospective evaluation confirmed the association between multiorgan failure, sepsis and CIP. According to clinical and electrophysiologic testing Ninety four percent of septic patients diagnosed with CIP.
No specific therapies are available but most patients improve after a period of supportive care. The condition is reversible, hence intensive physiotherapy and extended rehabilitation shoud be continued until the neuropathy improves adequatly
